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Fig. S4. A network model for the decreased immune response in NAM-treated TNBC cells. Arrows indicate
directions of the reactions, and dotted arrows indicate indirect reactions involving intermediate reactions
between the nodes. Node colors represent up (red) and downregulation (blue) of the corresponding genes
(node boundary) or proteins (node center). Color bar, gradient of log2-fold-changes in NAM versus control.
The maximum of absolute log2-fold-changes in the three cell types were chosen for the node colors. Node
label size denotes whether the corresponding gene was identified as a DEG in three (large), two (middle),
or one (small) of the cell types. Grey node labels denote that the corresponding nodes are non-DEGs in the
three cell types. Previous studies reporting actions of cytokines on their target cells indicated in the network

model are summarized in the table.
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